Introduction
The hypereosinophilic syndrome (HES) is characterized by persistent peripheral blood eosinophilia and a range of multi-system complications. A severe eosinophilic colitis has not been previously described in association with this syndrome. We report a patient with HES and eosinophilic colitis who was successfully treated with hydroxyurea.
Case report
A previously healthy 20 year old Caucasian housewife presented in 1980 with a 3-week history of nonproductive cough, dyspnoea and wheezing. She smoked 30 cigarettes a day. There was no history of allergy or of recent travel abroad. Examination revealed fever, tachycardia and a blood pressure of 120/80mm Hg. There were widespread expiratory wheezes in the chest. The peak expiratory flow rate (PFR) was 260 litres/min, improving to 300 litres/min after inhaled salbutamol. The peripheral white cell count (WBC) was 28 x 109/1 (eosinophils 11.2 x 109/ 1), haemoglobin concentration 13.5 g/dl. Blood urea, electrolytes and liver function tests were normal. The chest X-ray showed diffuse bilateral pulmonary infiltrates. Blood and sputum cultures and serological tests for viruses, hydatid disease, amoebiasis and toxocara were negative.
There were no ova, cysts or parasites in the faeces. No auto-antibodies were detected. Aspergillus precipitins and skin tests were negative. Initial therapy with erythromycin and bronchodilators produced some clinical improvement but the radiological appearances and eosinophilia persisted until prednisolone 40 mg/day was added.
A diagnosis ofpulmonary eosinophilia with asthma was made. The patient was discharged on inhaled corticosteroids and bronchodilators. Recurrent episodes of wheezing, low PFR and pulmonary infiltrates over the next 3 years responded to short courses of oral prednisolone.
In September 1983 she presented with a 3-week history of bloody diarrhoea with [5] [6] Eosinophilic infiltration ofthe gastrointestinal tract occurs in many conditions including eosinophilic gastroenteritis, ulcerative colitis, allergic granulomatosis with angiitis (Churg-Strauss syndrome), helminthic disease, lymphoma and gastric cancer.4-6 An eosinophilic colitis with bloody diarrhoea and peripheral blood eosinophilia may occur in infancy and is suggested to be due to cows' milk intolerance.7 Eosinophilic gastroenteritis occurs in older children and adults and usually presents with vomiting, diarrhoea, weight loss and malabsorption.6 Infiltration with eosinophils is usually restricted to the stomach and small bowel, colonic disease being rare.6 The Churg-Strauss syndrome (CSS) may sometimes be difficult to distinguish from HES on clinical grounds. The major histological criteria for diagnosis of CSS are necrotizing vasculitis, extravascular granulomas and tissue infiltration by eosinophils.8 Long standing pulmonary involvement, vasculitic skin rashes and mononeuritis multiplex are often prominent features and the ESR is considerably raised during the vasculitic phase.9 The eosinophilia in CSS is usually of lesser magnitude than that in HES and easier to abolish with steroids.9
Our patient presented with respiratory symptoms, then developed an eosinophilic colitis and ptosis, and finally had a severe relapse with splinter haemorrhages, cardiac, respiratory, gastrointestinal and central nervous system complications, and considerable eosinophilia. The ESR remained low during these episodes with little clinical or histological evidence of vasculitis. Colonic biopsies obtained during the episode of colitis showed no evidence of granuloma formation or vasculitis. We therefore made a diagnosis of the hypereosinophilic syndrome.
Hydroxyurea has been used with success in cases of HES with poor prognostic features such as neurological and cardiac complications, and in those unresponsive to steroids.'0 In our patient remission of the disease and the eosinophilia was achieved successfully with this drug, lending support to the suggestions that tissue damage in this syndrome is mediated by eosinophils. 
